After 48 h Discharge ⅜ ^ 85 Fig. 1 . Course of serum sodium (mmol/l; ■), urine sodium (mmol/l; Ü) and aldosterone (pmol/l, M) on admission, 48 h after admission and on discharge. hypoaldosteronism was assumed and 0.1 mg fludrocortisone was given. No effect either on renal sodium concentration or urine potassium concentration was observed. According to recent published data [3] we decided to correct hyponatremia slowly to prevent neurological complications such as a cerebral pontine myelinolysis. The patient received 150 ml isotonic saline solution per hour. After 24 h a marked neurological improvement was observed. The patient became alert and orientated and after 72 h complete restitution of the patient was observed. Serum sodium normalized within 72 h after admission. Plasma hormone analysis revealed a high serum aldosterone level, whereas vasopressin, cortisol and thyroid hormones were within normal ranges. The course of serum aldosterone, serum and urinary sodium are shown in figure 1. On admission our patient presented a very confusing picture. The patient suffered from an enteritis-induced hyponatremia. According to the low effective arterial volume and the extrarenal loss of sodium, aldosterone secretion increased. Despite the increased serum aldosterone level and the very low serum sodium, the urinary sodium concentration was extremely high. Furthermore, the application of fludrocortisone did not enhance the renal sodium absorption. Therefore, aldosterone-mediated renal sodium absorption was impaired by spironolactone. After discontinuation of spironolactone, urine sodium concentration decreased despite an enlarged intake of sodium due to continuous infusion of isotonic saline solution. It is without doubt that sprironolactone-associated hyponatremic coma is a rare cause of hyponatremia. However, during episodes of intestinal loss of sodium the spironolactone-induced impairment of aldosterone-mediated resorption of sodium can cause a life-threatening hyponatremia. 
